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peroxides and/or PGE2. Similar effects are observed after furose-
mide. PGF2, on the other hand, was shown to decrease renin
release. In addition, it has been assumed that the release of C20:4 is
the rate limiting step in PG-synthesis. Therefore, in the present
experiments, C20:4 in peripheral plasma and PRA, urinary sodium
(UN), PGFZC, excretion, and GFR were determined in 12 healthy
male volunteers before and after 40 mg of furo:semide iv. The
subjects remained in the supine position throughout the study.
Furosemide induced a rise of C20:4 and PRA within the first 10
mm after administration of the drug. In comparison to the immedi-
ate increase of C20:4 and PRA, there was a delay of PGF2,, (and
sodium excretion, both of which reached a maximum 30 to 60 mm
after furosemide) at a time when PRA had returned to control
levels again. Indomethacin pretreatment (250 mg, per os) attenu-
ated the rise of C20:4 and completely prevented the increase of
PRA and PGF2C after furosemide, but had no effects on UN or
GFR. On the basis of the present findings, the following sequence
of events is suggested: Furosemide stimulates C20:4 release system-
ically and induces the formation of PG-endoperoxides in cells
possessing the PG-synthetase complex. In the kidney cortex this
mechanism causes the mmediate secretion of renin after furose-
mide. Initially, this effect may be enhanced by furosemide-induced
inhibition of the renal cortical PGE-9-ketoreductase, thus slowing
the process of PGF2 formation. Thereafter, the furosemide-in-
duced, high tubular sodium load triggers a sodium-chloride sensi-
tive mechanism responsible for the shift of PG-synthesis again
back to PGF2. which then causes the decline of renin release
observed 15 to 60 mm after furosemide.
Characterization of distal tubular transport by diuretics. M. Wie-
derholt, L. Hansen, and U. Teuscher. Institut fOr Klinische Physi-
ologie, FU Berlin, Hindenburgdamm 30, D-1000 Berlin 45. Germany.
Peritubular membrane potential (PD) and net fluid reabsorption
(split-oil droplet method) were measured in distal tubules of
isolated kidneys of Amphiuma. 1) Distal tubules were perfused
with 100 msi NaCI. Under control conditions, peritubular PD
(75.7 1.2 my) and halftime of fluid reabsorption (t112 = 249 7
sec) did not show significant seasonal variations. 2) When the
luminal perfusion solution was rapidly changed to 100 msi
NaCI + l0"M amiloride, peritubular PD decreased from 74 mY to
59 mV. Fluid reabsorption was inhibited by 20% (l0- M amiloride)
to 40% (l0 M amiloride). 3) Luminal application of l0 M
ouabain reduced peritubular PD by II mV and fluid reabsorption
by some 50%. The effects of both inhibitors appeared within 3 to
5 seconds and were fully and rapidly reversible. 4) Addition of
amphotericin B (20 g/ml) to the luminal perfusion solution had
no effect on peritubular PD at 100 mst NaCl, while at 10 mM
NaCI on the luminal side peritubular PD increased by 7 mV.
Fluid reabsorption was stimulated (t112 was shortened from 260
seconds to 188 seconds) up to 15 to 20 mm after amphotericin B
and then decayed. 5) 10-" M furosemide on the luminal side hyper-
polarized peritubular PD to 91 mV within 2 to 3 mm while fluid
reabsorption decreased (t112 = 720 sec). 6) Addition of l0- M
ethacrynic acid to the peritubular perfusion fluid over a period of
2 to 3 hr hyperpolarized PD to 97 mV and inhibited net fluid re-
absorption (t112 = 378 seconds). 7) Thus, when transtubular fluid
reabsorption is primarily changed by a modification of sodium
transfer (amiloride, ouabain, amphotericin B), peritubular PD is
directly correlated with fluid reabsorption. When chloride trans-
fer is primarily reduced (furosemide, ethacrynic acid), peritubular
PD is not an indicator of the activity of transtubular fluid trans-
port. 8) The data strongly support the hypothesis of sodium-
specific electrogenic transport mechanisms across the peritubular
membrane.
Role of acidosis for disturbances of lipid metabolism in uremia.
E. Ziminermann and M. Hohenegger. 3rd Division of Internal Medi-
cine, Wilhelminenspital, and Institute of General and Experimental
Pathology of the University, Vienna, Austria. The role of acidosis
for the development of disturbances of lipid metabolism in uremia
was investigated in male Wistar rats. During 24 hr of starvation,
the rats were treated as follows: group I: no specific treatment,
controls; group 2: induction of acute metabolic acidosis by oral
loads of 0.1 N HCI (4 X 3 to 5 ml/100 g of body wt); group 3:
bilateral nephrectomy leading to acute metabolic acidosis after 24
hr; and group 4: bilateral nephrectomy, acidosis prevented by oral
doses of 0.3 si NaHCO3 (4 X I to 1.5 mI/IQO g of body wt).
Twenty-four hours after the start of the experiment, plasma lipid
fractions, lipoproteidlipase activity in the plasma and the removal
of intravenously applied Intralipid 20%® were examined. The most
striking feature of lipid metabolism in acidotic rats (group 2 and 3)
was an elevation of plasma esterified glycerol levels, as indicated by
increased levels of total glycerol and decreased levels of free glyce-
rol. Lipoproteidlipase activity was decreased in these rats. Re-
moval of lipid loads occurred more slowly in acidotic rats. Correc-
tion of the acidosis in nephrectomized rats could partially
normalize the levels of total glycerol and lipoproteidlipase activity.
The removal rate of lipid loads was partially normalized as well.
Characteristic data (means and so) is shown in the following table.
These data suggest that acidosis is involved in the etiology of
uremic hypertriglyceridemia.
Group 1 (N = 10)
Blood pH 7.39 + 0.04
Urea 43+1.6
Total glycerol" 781 + 337
Free glyceroP' 267 + 82
Lipoproteidlipase activityC 9.2 + 6.1
"mg/100 ml plasma. bzM/I plasma. C FFA/ml plasma/mm.
Group2(N= 10)
6.92 + 0.17
41 + 1.9
1365 + 349
212 + 45
4.56 + 3.0
Group 3 (N = 10)
7.17 0.09
355 47
1363 + 299
213 + 25
3.3 + 0.72
Group4(N= 10)
7.46 + 0.08
299 + 21
1050 282
250 + 24
4.6± 1.0
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Treatment of urolithiasis and hypercalciuria with chlorothiazide
and sodium-cellulose-phosphate. W.A . G. Haagsma-Schouten. Sint
Lucas Hospital. A msterdam. In a group of 30 urolithiasis patients,
14 with hypercalciuria, 16 with normociuria, the effect of chloro-
thiazide and/or sodium-cellulose-phosphate on the urinary cal-
cium excretion was evaluated. 24 patients received chlorothiazide
in a dosage of 1 g daily; two of these did not respond with a
lowering of the urinary calcium excretion, in the other 22 the
urinary calcium decreased with 18 to 71% (mean, 40%). Eleven
patients were treated with sodium-cellulose-phosphate in a dosage
of 15 g daily; in all a decrease in urinary calcium was observed,
ranging from 29 to 53% (mean, 43%). No difference in reaction was
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seen between hypercalciuric and normocalciuric individuals and
between patients with renal and those with hyperabsorptive hyper-
calciuria. In 12 patients with hypercalciuria and recurrent kidney-
stones, the long-term effect of chlorothiazide and/or sodium-cellu-
lose-phosphate was evaluated. Nine patients were treated with
chlorothiazide during an average period of 32.8 months (14 to 48
months). In three of these patients, hypercalciuria recurred after
14, 31, and 31.5 months, respectively; thereafter, treatment was
discontinued. The other six were normocalciuric during the follow-
up period. Two patients developed hypopotassemia which could
not be adequately corrected by oral supplementation with potas-
sium salts, and treatment was also discontinued. Eight patients of
this group of 12 were treated with sodium-cellulose-phosphate
during an average period of 12.5 months (3 to 18.5 months), Seven
continued to be normocalciuric during the follow-up period; one
was slightly hypercalciuric. Except in one patient with slight com-
plaints of diarrhea, no side effects were observed. In 10 of the 12
patients, no further stone formation was seen during the period of
treatment. In one patient stone-recurrence was doubtful, another
patient, with medullary sponge kidneys, showed no effect of ther-
apy on the formation of calculi. It is concluded that reduction of
the urinary excretion of calcium in patients with idiopathic hyper-
calciuria can prevent recurrence of kidney stones. The effect of
sodium-cellulose-phosphate on the urinary calcium excretion is
more constant than the effect of chlorothiazide, and moreover,
side-effects in the form of hypopotassemia will not be seen. For
these reasons sodium-cellulose-phosphate should be preferred
above chlorothiazide for the treatment of idiopathic hypercal-
ciuria.
A family with the hemolytic-uremic syndrome in childhood and in
the postpartum period. B. L. Hogewind and G. Brute! de Ia Rivière.
Department of Nephrology, University Hospital, Leiden, The Neth-
erlands. The hemolytic-uremic syndrome (HUS) is characterized
by microangiopathic hemolytic anemia, thrombocytopenia, and
acute renal failure. A family is presented here in which this syn-
drome occurred in several members 4 to 6 weeks following normal
pregnancies, as well as in one member during childhood. Clinical
and laboratory data at the time of admission are presented in the
following table. Two sisters, patients 1 and 2, and one of their
daughters, patient 4, have HUS postpartum. Another daughter,
patient 3, of the same affected sister had the syndrome at age five.
A third sister may also have had HUS during the eighth month of
pregnancy. The clinical picture in all definite cases was similar. All
the patients died except one, patient 4, who received a cadaver
renal transplant and currently has excellent renal function. Renal
histology of the four definite cases showed the lesions compatible
with thrombotic microangiopathy: intimal fibrosis, fibrinoid in
small arteries, ischemia, sometimes glomerular basement mem-
brane splitting, thrombi and intracapillary cellular swelling in
glomeruli. HUS occurs mainly in children, but occasionally also in
adults. Though a familial incidence of the syndrome and a ten-
dency for occurrence in the postpartum period have been de-
scribed, this represents the first report of a familiar postpartum
occurrence. Furthermore, as far as we know, this is also the first
report of HUS occurring in both a child and adults in one family in
more than one generation.
Four year's experience of cadaveric renal transplantation. L. D. F.
Lame(jer, J. M. V. Mooy, Ph. P. N. M. Diderich, J. de Gruyl. and
D. L. Westhroek. D,Pkzigt Hospital. Rotterdam. The Netherlands.
During the first four years of renal transplantation at Dijkzigt
Hospital, 90 patients received cadaveric renal transplantation. 70
patients are alive with functioning kidneys 3 to 48 months after
transplantation. Ten patients have died, and ten patients are alive
after graft nephrectomy. The causes of death were septicemia,
pancreatitis, colon perforation, pneumocystis pneumonia, suicide,
and neoplasma. Death usually occurred in the first six months after
transplantation. Two patients with good functioning grafts died
three years after receiving their first or second graft because of
carcinoma of the breast with metastases or reticulum cell sarcoma
of the brain. Nephrectomy was necessary in five patients for techni-
cal failures. Other reasons were recurrent nephrotic syndrome,
CMV disease, chronic rejection, and only once because of acute
rejection. With increasing numbers of transplants performed, the
range of reported complications following transplantation has also
increased. The report covers the experience of cadaveric renal
transplantation in our center with the main emphasis on the in-
cidence and treatment of nonlethal complications such as avascu-
lar necrosis of bone (17 patients), peptic ulcer (7), hepatitis (3),
colon perforation (I), lymphoceles (4), and viral infections (60).
Prolongation of kidney and heart graft survival in the rat by active
immunization. L. D. F. Lameijer, J. Smith, F. Bonthuis, and L. M.
B. Vaessen. Renal Unit, Dijkzigt Hospital, Rotterdam, The Nether-
lands, and Department of Experimental Pathology, St. Mary's Hos-
pital Medical School, London W2, England. The delay of rejection
of an allograft as a consequence of active or passive immunization
against the graft has been the subject of increasing interest. We
have investigated the effect of donor cells given at the time of
operation on the survival of kidney and heart allografts in rats.
Each group consisted of at least twenty rats, The majority of
untreated, outbred, Wistar rats reject the kidney and heart graft
within the first month. In 10% of the recipients, the graft is ac-
cepted for an indefinite time. When 1 ml of donor blood is given
iv. at the time of transplantation, 70% of the recipients accept a
kidney graft for longer than three months. Administration of red
cells or white cells from 1 ml of donor blood also produced marked
prolongation. Cell-free plasma had a small but significant effect,
although the percentage of graft survival for longer than three
months did not increase. Whole donor blood also produced heart
graft survival in the outbred Wistar rat. Blood of a third party
caused a small prolongation of graft survival. No effect of donor
blood on kidney and heart graft survival was seen in the inbred
strain using a strong barrier. Using inbred Wistar rats (1W) as
donor and outbred Wistar rats (OW) as recipients, 70% showed
prolongation of kidney graft survival and 60% prolongation of
heart graft survival for more than three months when I ml of
donor blood was given. Statistical analysis was carried out with the
Wilcoxon two sample test. True survival figures of the long func-
tioning grafts were not obtained, as the recipients were killed with
good functioning grafts between 90 and 100 days after operation.
Survival of kidney and heart grafts was significantly prolonged in
the OW rats treated with donor blood, red cells, and white cells,
using either 1W or OW rats as donors (a = 0.005). Plasma and
third party blood also had a significant effect, albeit very small. It
RBC
Blood urea Hb Reticulocytes fragmenta-
mg/IOU ml g/IOOml %ORBC tion
Patient
No. Age
Postpartum
period
weeks
Blood
pressure
mm Hg
1 40 6 220/130 280 7.1 90 ? 80 +
2 38 5 200/105 75 6.3 107 + 56 +
3 5 — 190/140 260 5.5 270 + 15 +
4 18 4 160/105 280 7.5 110 + 80 —
Platelets Hemorrhagic
X 103/mm3 diathesis
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seems very likely that enhancement has caused prolongation of
survival in these experiments. Histologic studies of the untreated
long OW survivors showed no increase of cellular infiltrate, edema,
or glomerular lesions in kidney grafts, suggesting that grafting had
occurred in nearly identical animals. In most of the treated ani-
mals, the long survivors showed histologic lesions caused by an
immunologic process, suggesting that enhancement had taken
place.
Blood volume in rats with experiments aortic coarctation. P. W. de
Leeuw, L. M. H. Cremer, H, M. Poessé, J. Dzjks, and W. H.
Birkenhãger. Department of Medicine, Zuiderziekenhuis, Rotter-
dam, The Netherlands. The mechanisms leading to hypertension in
aortic coarctation are still unknown. It has been suggested that
volume expansion could be an important etiologic factor. To test
this hypothesis in an animal study, the aorta was partially ligated
just above the level of the renal arteries in 61 young rats (weight, 75
to 100 g). After 3 to 40 weeks, a number of rats were selected for
determination of blood volume, using a dilution technique with
131J-albumin. Normal rats from the same breed served as controls.
Both groups steadily gained weight, but the coarctation group did
so more slowly. Blood volume in all rats was fairly correlated with
body wt. As a consequence, the total blood volume is lower in the
coarctation rats than in the control group. When applied to 100
grams of body weight, however, the blood volume seems to be
slightly higher in the coarctation group in the first 15 weeks after
operation. This difference is not statistically significant; this is
statisically significant, however, after 15 weeks. It is concluded that
after experimental ligation of the aorta at a level above the kidneys,
the development of the rat is impaired, as expressed, by retardation
of growth. Consequently, the absolute blood volume is less; the
relative blood volume (per 100 g) is not different as compared to a
control group before the 15th week. Therefore, volume expansion
can be ruled out as a pathogenetic factor in aortic coarctation, since
the rats are already hypertensive at that time. The hypervolemia,
which occurs after the 15th week, is not real, but a consequence of
the lower body wt.
Review of 117 adult patients with the nephrotic syndrome: A
report on histopathologic pattern distribution and associated survival
rates. T. A. Simatupang, F. J. Dorhout Mees. and C. J. Kooiker.
Division of Nephrology and Hypertension and Institute of Pathology,
University Hospital, Utrecht. An analysis was made of the fre-
quency of histopathologic patterns in 117 adults with the nephrotic
syndrome (i.e., edema, a serum albumen <20 g/liter, and protein-
uria >6 g/24 hr) seen in our department between 1957 and 1975.
Patients could be classified as follows: proliferative glomerulo-
nephritis (PGN, N = 35), subdivided in intracapillary proliferation(ICPGN, N = 23) and intra- and extracapillary proliferation(IECPGN, N = 12); membranous glomerulonephritis (MGN, N =
15); membranoproliferative glomerulonephritis (MPGN, N = 16);
lupus nephritis (SLE, N = 10); minimal lesions (MLNS N = 17);
amyloidosis (N = 19); and miscellaneous (I Henoch-Schönlein
nephritis, 4 unclassifiable). Focal glomerulosclerosis was not en-
countered. The observation period started with the time of onset of
edema and ended with the death of the patient, commencement of
chronic hemodialysis treatment (CHD), withdrawal from observa-
tion (in I patient) or termination of this study (October, 1975).
Survival rates were calculated according to Merrell and Shulman.
If patients with amyloidosis, diabetes mellitus, and unclassifiable
patterns are excluded, our frequency of PGN is relatively large,
and the frequency of MGN considerably smaller, when compared
to series reported by Heptinstall. Our frequency rates are: PGN
38%, MGN 16%, MPGN 17%, SLE 11%, and MLNS 18%. A
surprisingly favorable outcome was found in ICPGN with a five
year survival rate (5-yr SR) of 86%. In IECPGN, 5-yr SR was 40%.
Overall PGN prognosis need not be invariably bad, as none of our
patients surviving the first seven years had to be treated with CHD.
No comparable survival figures for nephrotic patients with this
histologic pattern were found. In MGN, 5-yr SR was 42%. Row
reported a figure of 82% for his group, but the average age was 38
yr, which is 12 yr less than in our group. Ten-yr SR for both groups
was 40%. In MPGN, 5-year SR was 65%, which conforms with
70% in Camerons group. In MLNS no mortality was found; in a
group in which average age is 16 yr higher, Cameron reports a 5-yr
SR of 82%. The worst prognosis was found in SLE, 5-yr SR 32%,
and in amyloidosis, 5-yr SR 30%. In three patients with secondary
amyloidosis, however, successful treatment of the primary disease
resulted in cure of the nephrotic syndrome; in one of these, histo-
logic improvement was seen in a repeat biopsy.
Medullary cystic disease of childhood type (nephronophthisis). J. J.
M. van Collenburg. Department of Pediatrics, Erasmus University,
Rotterdam, the Netherlands. 13 cases of nephronophthisis were
studied clinically, pathologically, and genetically. All clinical and
and pathologic features were consistent with those described in the
literature, except that short stature was not a feature in this group.
Hyperplasia of the juxtaglomerular apparatus has been seen in five
of nine cases; one of those presented with severe hyponatremia
when deprived of adequate supplements of water and sodium. For
this reason determination of urinary sodium excretion and plasma
renin levels merits attention in children with nephronophthisis.
The 13 cases were in eight families, in which there were 34 children
in all of whom 15 were affected (two were diagnosed and treated
elsewhere). When correction for ascertainment bias is made, seven
of the 26 sibs (28%) were affected. This proportion does not differ
from the theoretical expectation of 25%. In two of the eight fami-
lies, the parents were consanguineous. A consanguinity rate as high
as 25% strengthens the hypothesis of autosomal recessive inher-
itance, and suggests that the gene concerned is very rare in the
general population. The fact that in one family the mother pro-
duced affected children by only one of her two marriages also
supports an autosomal recessive hypothesis. Because their patterns
of inheritance differ, familiar juvenile nephronophthisis (FJN) and
medullary cystic disease (MCD) are separate entities. Sim-
plification of the nomenclature is suggested to medullary cystic
disease of childhood type, formerly FJN, and medullary cystic
disease of adult type, formerly MCD, the first being autosomal
recessive, the second being autosomal dominant.
Clinical course of lgA-nephropathy in adults. J. van der Peet, L.
A risz, J. R. H. Brentjens, J. Marrink, and P.'-J. Hoedemaeker.
Departments of Medicine and Pathology, University of Groningen,
The Netherlands. Since 1967, 23 males and 4 females (ages, 15 to
48 yr; mean, 27 yr) were found to have IgA-nephropathy, consti-
tuting 5% of the diagnoses made by kidney biopsy in adult patients.
Intense mesangial immunofluorescence (IF) with anti-lgA was
present in all. Positive but less intense mesangial IF with anti-IgG
was observed in 25, with anti-IgM in 19 and with anti-C3 in 25
patients. Light microscopy revealed an increase in mesangial ma-
trix in all and mesangial cell proliferation in all but one patient.
Clinical symptoms included hematuria in all (in 10 macroscopic),
proteinuria (0.2 to 4.5 g/24 hr) in 24, and hypertension in 8
patients. Thirteen patients frequently suffered from upper respi-
ratory tract infection. Serum levels of IgA, but not of IgG or 1gM,
were found to be increased in comparison with age- and sex-
matched normal controls. At follow-up examination of 25 patients,
2 to 105 (mean 47) months after kidney biopsy, renal function was
measured. GFR (1251-iothalamate) was normal in ten patients, but
had decreased in ten, while five patients were on a chronic hemo-
dialysis program. Patients in which kidney function had deterio-
rated with time (N = 15) had more proteinuria and were more
frequently hypertensive at the time of biopsy. In their biopsies
hyaline glomeruli, tubular degeneration, and interstitial fibrosis
were frequently observed, and also when renal function was still
normal at the time of biopsy. Thus, these lesions seem to indicate a
more serious prognosis. In patients with decreased function, mean
age was ten years more, mean follow-up period was 20 months
longer, and mean known duration of disease was 40 months longer
than in patients with preserved function. It is concluded that IgA-
nephropathy in adults not infrequently follows a chronic, slowly
progressive course.
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Pathophysiology of thyroid function during chronic hemodialysis
treatment. R. van Leusen, A. E. Meinders, D. M. H. Palsma, and
B. R. van Neerbos. Department of Internal Medicine, Municipal
Hospital, A rnhem, The Netherlands. Intermittent chronic hemo-
dialysis treatment induces changes in the function of different
endocrine glands, among which is the thyroid. The purpose of this
investigation was to study the mechanism of the altered thyroid
functions and its clinical implications. Eighteen clinical euthyroid
patients (ten males and eight females) were studied. Their mean
age was 44 yr (range, 22 to 67 yr), and they were treated twice
weekly during 22 months (range, 3 to 72 months). Seven randomly
chosen patients had normal-sized thyroid glands on '81J-scans. No
thyroid "iodide hunger" was observed as measured by their thyroid
iodine clearance of 0.1 to 21.7 mI/mm (normal, 8 to 40). The '31J-
uptake by the thyroid, measured between two hemodialysis treat-
ments, increased steadily to a maximum at 48 hr of 10% to 96% of
the administered dose (normal, 15% to 50%). In the five patients
tested, negative perchlorate tests were obtained at 48 hr. Just
before starting hemodialysis treatment, blood was drawn for assay-
ing T4, l'a, T resin-uptake, and a standard iv. 200 ag RI TRH-test
was performed. Plasma-T4 was lower than normal in 7 out of 18 pa-
tients (range, 1.9 to 4.5 ag/100 ml; normal, 3.2 to 6.6). The T7 value
(T4 )< T3 resin-uptake/ 100 ml) was lower than normal in 8 out of
18 patients (range, 0.4 to 1.3; normal, 0.8 to 2.3). All 18 patients
had plasma T3 levels in the low-normal range. Fasting plasma TSH
concentrations were normal in all patients (6.25 MIU/ml 2.25
so). Following TRH administration only a minimal rise of plasma
TSH was observed: plasma TSH-levels after 20 mm were 8.5 3.0
SD z1U/ml (normal, 21.4 6.5). The lack of adequate plasma-
TSH response following TRH-administration in the presence of
lowered or low-normal plasma T4 and T3 concentrations is in
accordance with hypothalamic-hypophyseal hypofunction. Eu-
thyroidism is probably maintained by normal plasma-Ta levels
(adapted peripheral conversion of T4 to T3?). We have no argu-
ments that the low plasma T4 and T3 levels are the result of thy-
roid-iodine depletion or organification defect. The most likely
explanation seems to be an inadequate TSH-stimulation of the
thyroid gland.
Study of the pathogenesis of hemolytic-uremic syndrome
(HUS): Development of local plasminogen activator activity in the
rat kidney. P. van Wieringen, I. Lambooy, L. Monnens. Department
of Pediatrics, University of Nymegen, the Netherlands. HUS occurs
mainly in children younger than four years. As explanation for the
occurence in this age group, we formulated the hypothesis that this
could be due to a maturation of the local plasminogen activator
activity of the glomeruli. The fibrin slide method (modification of
the method of Todd) was used in this investigation. Young rats
(two weeks old) and older rats (two months old) were studied in
normal conditions and also after liquoid injection. Liquoid injec-
tion provokes an experimental HUS. In normal condition only
sporadic fibrinolytic activity could be measured in the glomeruli.
The vasa recta, however, exhibited a pronounced fibrinolytic activ-
ity. After the injection of liquoid, fibrinolytic activity of the glome-
ruli became evident. Aspecific activity was excluded. We selected a
dose of liquoid which produced optimal activator activity. In con-
trast to our hypothesis, the glomeruli of the younger rats showed a
higher fibrinolytic activity than the glomeruli of the older rats. We
conclude that in the experimental HUS induced by liquoid no
maturation of the local fibrinolytic activity of the glomeruli could
be demonstrated.
Clinical value of the kidney biopsy in adult patients with idio-
pathic, isolated, and asymptomatic proteinuria. G. Vastenburg,
L. Arisz, J. R, H. Brentjens, G, K. van der Hem, and P. J. Hoe-
demaeker. Departments of Medicine and Pathology, University of
Groningen. The Netherlands. In order to evaluate the usefulness of
the kidney biopsy in the management of adult patients with idio-
pathic, isolated, and asymptomatic proteinuria, a retrospective study
was performed. Twenty-one out of 900 patients, in which from
1960 to 1975 a kidney biopsy was taken in our hospital, were
selected based on the following criteria: 1) The proteinuria was
idiopathic in that clinically no apparent cause could be detected
(i.e., systemic diseases, diabetes mellitus, urinary tract infection).
2)Theproteinuria was isolated (i.e., urinalysis, blood pressure, and
kidney function were normal). 3) The proteinuria was asymptom-
atic and none of the patients had edema; the proteinuria was in all
cases less than 5 g/24 hr and serum albumen content more than 3.0
g/l00 ml. 4) Proteinuria was not orthostatic in nature. The patient
group consisted of 14 males and 7 females, ranging in age between
20 and 57 yr (mean, 29 yr). The mean duration of the proteinuria at
the time of biopsy was four years (0.25 to 25 yr). In 13 of the 21
patients, proteinuria was a chance finding. In 11 patients the
biopsy showed glomerular lesions: proliferative glomerulonephritis
(6); membranoproliferative glomerulonephritis (I); focal glomerulo-
sclerosis (I); membranous nephropathy (I); in 2 patients the light
microscopy of the biopsy was normal, but immunofluorescence
microscopy showed the presence of granular deposits consisting of
Ig and C3 along the glomerular basement membrane. In seven
patients the biopsy was considered normal, but in six of them
unfortunately no immunofluorescence studies could be performed.
In the remaining three patients, a conspicuous degree of arterio-
sclerosis was observed. Nine of the ten patients, in which no
lesions or only arteriosclerosis were seen in the kidney biopsy, had
a mean follow-up period since the kidney biopsy of nine years.
During this period five of them developed other clinical signs of
renal disease. It is concluded that in the majority of patients with
idiopathic, isolated, and asymptomatic proteinuria, kidney biopsy
will reveal lesions of widely varying severity. Immunofluorescence
studies often are helpful and sometimes are essential for estab-
lishing the diagnosis. The findings in the biopsy may have con-
sequences for the management of the patient and may be helpful in
establishing the prognosis.
